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whereas, other risk factors, such as diabetes met- 
titus, neutropenia, corticosteroid therapy, and iron 
toad, previously reported in older patients were 
virtually non-existent. No apparent underlying con- 
dition was found in 4 neonates (12%). The most 
common patterns of zygomycosis were dissem- 
inated (49%), gastrointestinal (24%), deeply ex- 
tended (15%) and cutaneous (6%) disease. 15 (45%) 
cases were diagnosed by histology only and 18 (55%) 
by histology and culture. Among 18 culture- 
confirmed cases, Rhizopus pp. were isolated from 
14 (78%) cases with mortality of 50%. Among 12 pa- 
tients who were given antifunga[ therapy, 7 re- 
ceived an amphotericin B formulation only, white 5 
received an amphotericin B formulation combined 
with other antifunga[ agents. However, 21 patients 
received no antifunga[ therapy. Overall mortal- 
ity was 26/33 (79%) as compared to 56.4% for 
children >30d and 52.8% for adults (CID 41:634, 
2005; p < 0.02). Mortality was not significantly re- 
lated with decade of publication, gender or race. 
Mortality was tower (2/7 or 29%) among patients 
who received an amphotericin B formulation than 
among neonates who received no antifunga[ ther- 
apy (21/21 or 100%, p=0.0002); 16 (48%) neonates 
underwent surgery. With exception of two cuta- 
neous cases that were both cured, at[ other pat- 
terns of zygomycosis carried a mortality rate ~>83%. 
Conclusions: Zygomycosis an extremely serious 
infection in neonates with a high mortality and 
strong propensity to disseminate. Amphotericin B 
formulations ignificantly improve outcome. 
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Background: Parvovirus B19 (PV B19) infection can 
cause a wide spectrum of disease syndromes. It is 
emerging as a new and important candidate for my- 
ocarditis and subsequent dilated cardiomyopathy 
(DCM) in immunocompetent and immunocompro- 
raised children. 
The mechanism of PV B19 induced post natal my- 
ocarditis and subsequent DCM is different from that 
in other viral myocarditides and is characterized by 
infection of intracardiac endothelial celts of small 
arterioles and veinu[es, with endothelial dysfunc- 
tion, impairment of myocardial microcircu[ation, 
penetretion of inflammatory celts and eventually 
myocyte necrosis. Recent data suggest that the 
cytokines interferon-gamma, tumor necrosis factor 
alpha and inter[eukin-6 and -8, wich are observed 
at high levels in PV B19-associated myocarditis in 
children in addition to microcircu[atory dysfunc- 
tion, contribute to myocardial damage and inflam- 
mation. 
We report a case of life-threatening PV B19 DCM 
secondary to PV B19 myocarditis in immunocom- 
petent toddler. The aim of this paper is to alert 
clinicians to the rote of PV B19 in infant myocarditis 
and DCM. 
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Background: Diminished response of po[ymor- 
phonuc[ear neutrophi[s (PMN) to [ipopo[ysaccharide 
(LPS) has been implicated in the increased sus- 
ceptibility of human newborns to Gram-negative 
bacteria[ infections. LPS activates or primes PMN 
for a variety of host defense functions including 
enhanced production of oxidative radicals (respi- 
ratory burst), a process that is known to involve 
the Mitogen-Activated Protein (MAP) kinase p38. 
Objectives: To determine the celt signaling path- 
ways that may contribute to the attenuation of 
priming for newborn PMN. 
Methods: PMN were isolated from newborn um- 
bilical cord and adult blood. PMN [ysates were 
separated on SDS PAGE and probed for MAP ki- 
nases, Toil-like Receptor-4 (TLR-4), Mye[oid Differ- 
entiation Factor 88 (MyD88) using Western blotting. 
Functional activation was assayed after stimulation 
with LPS using flow cytometry to determine CD66b 
upregu[ation as an indicator of degranu[ation. 
Results: We found that p38 phosphory[ation i
newborn PMN is attenuated in response to LPS 
stimulation even though adult and newborn PMN 
have similar amounts of p38 protein. The degree 
of attenuation in newborn PMN was dependent on 
the osmo[arity of the medium. In addition, LPS- 
induced degranu[ation, a process that is p38 de- 
pendent, was also absent in newborn PMN. We also 
assessed LPS receptors on PMN and observed that 
white TLR-4 is present at similar levels on newborn 
and adult PMN, its downstream adaptor protein 
MyD88 was significantly diminished in newborn PMN 
compared to adult celts. 
Conclusion: Although the mechanism of PMN prim- 
ing by LPS is not fully understood, our results 
suggest hat MyD88 and p38 phosphory[ation are 
